were significantly lower in SB4 compared to ETN. Due to the low incidence of ADA in the SB4 treatment group, the impact of ADA on efficacy could not be evaluated. Within the ETN treatment group at week 24, there was a trend towards increased efficacy (ACR20, ACR-N, change in DAS28, remission and low disease activity based on DAS28, SDAI, or CDAI) in patients without detectable ADA compared to patients with ADA (Table) . In regards to ISR, efficacy tended to be higher in patients who did not experience ISR compared to those who did within each treatment group. There was no correlation between the presence of ADA and incidence of ISR. In patients without detectable ADA and patients with ADA, respectively, 3.0% (9/297) vs. 0.0% (0/2) of patients from SB4 group and 16.3% (42/248) vs. 15.4% (6/39) of patients from the ETN group experienced ISR.
Conclusions:
Significantly fewer patients from SB4 developed ADA or experienced ISR compared to ETN, however the efficacy was still comparable between SB4 and ETN in patients without detectable ADA and in patients who did not experience ISR. Within the ETN group, there was a trend towards increased efficacy in patients without detectable ADA compared to patients with ADA. In both SB4 and ETN group, patients with ISR tended to have higher efficacy than patients without ISR. There was no correlation between the presence of ADA and ISR. + activated Tfh cell correlated with serum anti-Sm antibody level (r=0.26, p=0.01). Among helper T cell subsets (Th1, Th17, Treg and Tfh), the proportion of Tfh cell only showed positive correlation with that of plasmablast (r=0.24, p=0.02). Treatment resulted in marked improvement in disease activity scores, such as SLEDAI and BILAG and resulted in significant decreased proportions of plasmablast and Tfh cell (plasmablast; mean 17.6 to 10.1, p<0.01, Tfh; mean 1.1 to 0.7, p<0.01). The percentage of patients who showed treatment resistance was highest among patients with high percentage of Tfh cell (p=0.03). Conclusions: Peripheral immuno-phenotyping confirmed the importance of Tfh cell and plasmablast in patients with SLE, i.e. activation of Tfh cell correlated with autoantibody production while plasmablast did with disease activity of SLE. Our findings supported the relevance of Tfh cell-plasmablast axis as a potential therapeutic target for SLE. The peripheral immunophenotyping might be useful in evaluating the pathogenesis and in determining the therapeutic target of each patient. 
